Patients with obstructive jaundice are prone to septic complications after biliary tract operations. Restoring bile flow to the intestine may help to decrease the complication rate. The present study is aimed at evaluating the effect of biliary decompression on bacterial translocation in jaundiced rats.
INTRODUCTION
Obstructive jaundice is frequently associated with septic complications following biliary tract surgery1'2. The mechanisms for this clinical phenomenon are not entirely clear. Frequently, enteric, gram negative bacteria have been isolated from the infectious focus (mainly wound, bile or abscess)3'4. Recently, Deitch, et al. showed that bacterial translocation (i.e. enteric bacteria crossing the intestinal wall and invading extra-intestinal sites) occurred in obstructive jaundice in mice5.
Bailey 6 and Koscr et al. have reported that jaundiced subjects are prone to endotoxaemia, due to the increased absorption and the decreased hpatic clearance capacity of the reticuloendothelial system (RES) in obstructive jaundice-. The recovery of intestinal bile flow has been considered to be crucial in the prevention of endotoxaemia and relief of the biliary obstruction has also been demonstrated to be important in the recovery of RES function11. Internal biliary drainage could both conduct bile flow back to the intestine and render relief of jaundice in biliary obstruction.
The purpose of the present study is to evaluate the effect of internal biliary drainage, by choledochoduodenostomy, on the incidence of bacterial translocation in rats with obstructive jaundice.
MATERIALS AND METHODS

Animals and Experimental Design
Sixty-six male Sprague-Dawley (Mllegaard Ltd., Skensved, Denmark) rats, weighing 270-350g, were randomly allocated to six groups, in which groups [2] [3] [4] [5] [6] were subjected to obstructive jaundice by ligating the common bile duct, whereas group 1 underwent sham operation. The animals were kept in controlled temperature (22 
DISCUSSION
Biliary tract surgery in jaundiced patients is frequently associated with septic complications1-3, such as biliary sepsis, wound infection, intraabdominal abscess formation, and renal insufficiency19'2. Gunn reported that wound infection, subphrenic abscess and septicemia are 4 times more common in patients with infected bile than in patients in whom the bile is sterile. Bacteriaemia and septicemia in obstructive jaundice were usually demonstrated to be secondary to both the occurrence of infected bile and increased biliary pressure21. The precise aetiology of infectious complications in jaundiced patients without biliary infection is, however, still uncertain. The exact causes of bacterial translocation in obstructive jaundice could not be determined by the current study. Factors promoting bacterial translocation from the gut include disruption of the ecology of the indigenous intestinal flora22, compromised host immunity 23 and physical disruption of the gut mucosal barrier24. The high incidence of bacterial translocation in jaundiced animals might relate to the disrupted ecology of the intestinal flora, which might at least partly, be due to the absence of intestinal bile flow. Furthermore, viable counts of Lactobacilli in jaundiced animals decreased, though not statistically significantly. Enteric anaerobic bacteria outnumber aerobic and facultative bacteria by 100:1 or 1000:1 and might function to control colonization and translocation of facultative bacteria by occupying sites of adhesion for facultative bacteria 25'26 and releasing an antimicrobial substance27. In the present study a marked decrease in the number of Lactobacilli adherent to the intestinal surface during biliary obstruction was demonstrated by scanning electron microscopy. Reestablishment of the biliodigestive continuity both restores intestinal bile flow and improves liver function. Furthermore, bile acids have been demonstrated to inhibit bacterial growth both in vivo and in oitro28'29, in the current study the incidence of bacterial translocation gradually, but slowly decreased following biliary drainage by performing a choledochoduodenostomy. The 38 reported a significant decrease in glucose-6-phosphatase activity, in aminopyrine demethylation, hexobarbital metabolism and cytochrome P-450 content, indicating impairment of liver microsomal function in obstructive jaundice. Antipyrine clearance capacity returned to normal levels two weeks after biliary decompression in our study. It seems that the recovery of liver function after biliary decompression preceded the reduction of the rate of bacterial translocation.
In conclusion, bacterial translocation occurs in obstructive jaundice in the rat and decreases after biliary decompression.
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